The chemical competitively blocks the binding of acetylcholine to the muscarinic receptors producing anti-cholinergic effects. The predominant central nervous system effects include disorientation, hallucination, seizures, hyperthermia, respiratory failure, cardiovascular collapse or coma. The predominant peripheral anticholinergic effects include tachycardia, perspiration, flushed skin, cycloplegia, mydriasis, urinary retention, hypertension or hypotension. 3, 4 Poisoning, leading acute anti-cholinergic syndrome, has been reported with various similar plant products such as Jimsom weed (datura Stramonium), Salvia divinorum, Angel's trumpet flower (datura sauveolens) and Black Henbane (Hyoscyamus Niger). 4 Accidental anticholinergic poisoning has been reported with honey 5 , herbal tooth paste, 6 ingestion of berries from belladonna plant (mistaken to be blue berries), 7, 8 wild edible leaves 9 and herbal lime tea. 10 In our patient, there was history of ingestion of any some unusual berries from farm which could be belladonna berries causing atropine poisoning. Sudden onset high grade fever, hyperthermia, dry skin, tachycardia and respiratory failure were explainable with atropine poisoning. The fact that the patient was absolutely normal few hours prior to onset on symptoms may be pointer towards accidental poisoning. Our meticulous work up did not confirm any infective etiology. The patient recovered completely within three days with symptomatic treatment.
When the history of ingestion of berries or any known substance is clear, the diagnosis of atropine poisoning is easy. However, it is possible that the poison has passed through an intermediate
Case report
A 32 year old lady presented to emergency medical room (EMR) at early morning hours (4.00 am) with sudden onset of high grade fever, tachycardia and breathing difficulty.
The patient was intubated with endotracheal tube and put on ventilator and supportive therapy was initiated. A provisional diagnosis of septicemia was made and samples were sent for blood culture and urine culture. The patient was started on intravenous antibiotics and antipyretics. Cerebrospinal fluid tap was done and sample sent for culture and evaluation. Chest X-ray was done which did not show any active infective lesion. White blood cell (WBC) count was higher -18000 per cu mm.
Rest of the parameters were normal. The patient stabilized and improved over the next 48 hours. After gaining orientation, the patient complained of decreased near vision. Pupils were noted to be mid-dilated, not reacting to light. On detailed ocular examination, best corrected visual acuity (BCVA) was 6/6 OU and N/6 OU, optic disc was normal and no ophthalmological abnormality was detected except semi-dilated nonreacting pupils. The WBC count decreased to 11000 per cu mm on day 2 and to 8000 per cu mm on day 3. The blood culture, urine culture and CSF culture reports were negative. The patient completely recovered except for semi-dilated pupils noted on day 4,5 and 6.
On detailed history, it was noted that the patient was apparently normal 4-6 hours prior to presentation at the hospital. At midnight, on the night of presentation, she showed symptoms of uneasiness, tachycardia and breathing difficulty and was admitted in ICU. The symptoms appeared over 2 to 4 hours. The patient gave history of visiting the farmland areas and chewing some berries fallen on ground in the preceding afternoon.
Considering that we could not elicit any sign of septicemia except for elevated WBC count, the diagnosis of septicemia was questionable. On trying to explain semi-dilated fixed pupils along with history of chewing some unusual berries, atropine poisoning was suspected. The records of the EMR did not show any pupillary reflexes. Study was conducted after obtaining an informed consent form from patient.
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CASE REPORT animal such as cattle or rabbits which have grazed on Atropa Belladona and it is then passed on to human through meat 11 . In such a scenario diagnosis may elude the physician. Cases of deadly intoxication may also be confused with post-traumatic brain damage, acute psychosis or neurolept syndrome. [12] [13] [14] Therefore, in case of confusion, somnolence or coma, cardiorespiratory failure of uncertain etiology, sudden onset dementia, an acute anticholinergic syndrome caused by ingestion of atropine-containing plants, or psychoactive drugs should be included in the differential diagnosis. [15] [16] [17] The question is what will help us identify such a poisoning in a busy EMR where often unconventional diagnosis may not be made and the patient may be treated as routine with empirical cocktail of intravenous antibiotics and supportive therapy. dilated fixed pupils not reacting to light may be a pointer in such a scenario. Our case is a classical example of such a scenario where, in a patient is bought to EMR, exhibits sign of imminent cardio-respiratory failure with hyperthermia. A provisional diagnosis of septicemia is made and treated accordingly. The patient recovered well but the curiosity of definitive diagnosis is what we are looking for. 18 Pupillary examination is a part of general examination which should not be overlooked. This makes a learning point for all physicians and doctors where simple inspection of patient's signs may clinch the diagnosis rather than time consuming bio-chemical toxicology analysis and costly neuro-imaging.
We wish to highlight the learning point that pupil examination is an important part of general examination, though often overlooked.
